Protein kinase Cepsilon reveals importance of extrinsic apoptosis in preventing UV carcinogenesis.
UV-induced apoptosis, giving rise to "sunburn cells," has been thought to be primarily cell autonomous (or intrinsic) in nature, triggered by DNA damage and mediated through p53. However, in vivo the microenvironment appears to contribute to UV-induced apoptosis by activating the extrinsic route through death receptors. Protein kinase Cvarepsilon lowers UV-induced expression of Fas and its downstream proteins in this extrinsic route, suppressing apoptosis and enhancing UV carcinogenesis.